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Research Progress on Mechanism of Active Components of Traditional Chinese Medicine in

Therapy of Chronic Obstructive Pulmonary Disease: A Review
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[Abstract] Chronic obstructive pulmonary disease (COPD) is a common and frequently-occurring
disease of the respiratory system, characterized by persistent respiratory symptoms and airflow restriction,
which is prone to attack repeatedly and affect patients' quality of life seriously. At present, the combination of
bronchodilators and inhaled corticosteroids is commonly used in clinic. Although these drugs can alleviate the
symptoms of COPD patients, there are certain limitations of the difficulty in controlling the course of the disease
effectively and reversing the decline of patients' lung function. Therefore, searching for safer and more effective
therapeutic drugs has become a hot research topic nowadays. Traditional Chinese medicine (TCM) has
remarkable curative effects and advantages in the prevention and therapy of COPD recently. Based on the
increasing research and application of the active components of TCM in the therapy of COPD, studies on their
pharmacodynamic mechanism are also more in depth. More and more studies have found that the active
components of TCM can treat COPD patients effectively, and the mechanism involved mainly includes the anti-

inflammatory, the antioxidant, and the inhibition of apoptosis. By searching and screening the domestic and
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foreign literatures on the treatment of COPD with the active components of TCM in recent years, the active
components of TCM including flavonoids, terpenoids, phenols and saponins have been studied as the research
objects, and their effects in improving the pulmonary function and oxidative stress, relieving inflammation and
inhibiting apoptosis are expounded. Besides, the mechanism of action, signaling pathways and index molecules

have been emphatically summarized, in order to provide the ideas for the clinical therapy and the basic research

of COPD.
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% B 7 /K (CD206) mRNA % ik , ¥ 3% COPD %E K .
TP 3 Py 52 50 45 5 R L 132 T B BE 1% 4% fif COPD
R BRU 76 FR] [t 1 il v R 48 R K AR P A0 i 3 i A
G BB, B AR I 95 TL-6 A1 IL-8 & & , o0 3% HLIA 45
AU 7 BOR 2S , FLZ A FH AT RB 5 SIRT 1/3: 4 4k &l 44
B8 58 ) P A2 ARy JEE T F-1a(PGC-1a) 38 B A
S TRl R 2R AR 5T & 1 B R BE % 3
1 5 COPD K BT 4 20 P Joit I 4 5 4k B i s 32 2R
F-1(Derlin-1) i) F 3k , B A1 il 2 28 TL-8 | 11 48 Jf A
Z-13(IL-13) fil TNF-a 17K -, 2 3 K BT 3 b
YRR TS, BRAb, AR A W] DL COPD B A
T L 41 i NF-«B 1) 36 1t S TNF-a Fl MMP-9 {19 5 JiE
GRUACY L LR IR R B AE AR Y R AR SN Y
g J 30 A L B9 IR TF COPD & P, 5 7R Ife TR 95 AL
H A EL AR S5CRAT 5 B RS 1 1 PR A 9 0 5
4 BER
41 AZH#HRg AZREHERgETHASME
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BEVEN I Z — o TE NS B A Rg 697 COPD [
LR RE NS B Re g8 1| CS 5%
) COPD K B iti 8] 55 £F 2 £k e R, [R) A 3 2k o8 7
EMT A ¢ 8 09 3R 35 2E 10 40 i EMT of 7 , 40K 34
a-F LIS 1 (a-SMA) ML R ARk,
P E-E5 3 A i Rk, B v B8 5 TGF-8,/
Smad i A7 C BLAN AR KBS AT Rg,
AT L3 35 94 45 TGF-B,/Smad jifl 4% [% /% COPD Xk Ff
fili 2 41 a-SMA .MMP-9 | I 8 Jig JFEEE 11 (Col T ) LA %
2 48 40 M X TL-6 Al TNF-o (19 FE 3, [7] 0 3000 461 1 2F
A 240 B/ WL BT 4 A B 5 53 Ak, i T2 fi COPD <
HIP LT YEARREIR ™ 25 ik, A S 21 R,
F= % i 1 Y TGF-B,/Smad i % 2% fi# COPD HE 7%
FF A il £F 2 Ak RE IR
4.2 TEMEAT D A B D M 2 A A o 4
B R 1 138 =5 AT Loy . GAO SV 5 &
A R D AEAS I3 COPD /) L S0 4% BE 1 J5E | il
T T00) B 398 R R 4% 1 A 0 i S R IR, B 1K BALLF Hp i
S AL T (TNF-a F1IL-18) MDA FINO 7K, #1l
IkBa Fll NF-xB B #5816 , I 48 =5 Nrf2 il HO-1 25 3%
IKAKOF, HAzZAE 54548 21 D iy A it E ARG
43 SedREfa SR Ha ROk A TS
Y = R AR A Y. CHEN 25 i 53 &k BH 46
WA a ] LU o 8 Y Nrf2/HO-1 & NF-«B il #% , i
/B> COPD /)y FU BALF 1 4 14 4 1t 45 o 5 410 ol 2 4% &4
i B F (TNF-a \IL-18) I NO B 7= A=, [R] B [ AR A 241
Zirh MPO i 1 F1 MDA & 1, 4878 540 52 11 a W] fig
S 3 o 99 AR AR N ORI AR RE ) R 3R T COPD,
5 Hfthzk
510 FZE I, S, 2D S0EEN
PEIL Sy . 7E CSEK A LPS @57 (1) COPD /N FUBL AL e
WF 58 N 5L & BLPE S 1, v] DLk 36 L il T 68 L 4R 1
4 3 9 B Y 0B R S W, BRI BALF Hh A
& 4 L PR F- TL-6 1 IL-8 [ K F , # iil] ERK 1/2 F1 NF-
kB 1115 Ak, DA B Wk 52 30 P 2F 4 Ak 5 55 e S 98 15 )
(CFTR) & F KPS HE 55 — Wik 58 b, GUAN
SRV GY R PP S 1, T DA o 30 22 245035 1k
O (MAPK) /R 480155 3 Y -1a (HIF-1a) i
%, 3 AL i 25 20 K% 1 Wk 4 L v i % 4 L [ F- TNF-o
FIIL-18 By 7K F , 4 ] CSE 5 5 1Y ROS 77 2E DL K 4
T Jiie B TR e A% W R R IR AR AL g 1 (NOX1)
MMP-9 i L3, i k3% COPD /N EUE R o 25 b
P2, B R AR YT COPDRUR A 2T
% % COPD iR IT 259 -
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52 CBEEER LBEERENPRZER G
PEWCH R ZE IR 0 F b A . ZHANG %5 05
FE U 2, E 48 0] LA 38 COPD /s BUSR 18 il i 1
I il 7K Jie K 4 A A0 i 32 i A R, 3 O T A
w2 K 15 S 5L B(Nur77)/COX-2 i [
F# ik COPD /)N F BALF HH i 4 4 Jifd K F- ( TNF-a | IL-
18.1L-6 Al MCP-1) /K F-, Jf 3 2 1 45 Nrf2 38 #% It =
GSH /K LA & SOD Fl CAT 1% 7 . [H e, 2 ik 4 %
0] e R A R AT E AR AR S B COPD YR
JFE

53 HIER  WER W/PNEEL, R b2 i
2 HLA — Fh KR S sk A B . XU SO &
B, 5 1% 2 0] DL AR CS 5 % A9 COPD /) U BALF
i 240 JfL R0 e R 20 B i DL R AR R An i R
TNF-a IL-18 #1 MCP-1 /K-, Jf-3f & # il MUCSAC
BE R 2 3K 0 W e A i IR, ELZVE F AT Rg S
i W0 ERK F1 p38 22 24 5 3% 1k &5 11 34 I (p38
MAPK) i FEihFH &, BiJG , &R E 9 oK,
B % R AE S FE IR COPD K F BALF 142 48 4 g X ¥
IL-8 1 IL-7 7K ~F-, [] B 41 & 470 4 4 i X+ TL-10 7K
S, DT ) AT R E L I BLIZ AN 5 R
BCIE ARG . 7E 55 — TS, WANG %65 & B
B % R A LLFE AR COPD /) iU BALF H1 412 4 4 i X 5
TNF-a fil IL-6 1) 7K, I 9 il TGF-B,.Smad 2 il
Smad 3 mRNA R I RIE . L8 LIriR, #E R
fig 3 o ol 38 AT 4E DL A X COPD AR YT 1EH -
54 ZIFRHE  AFRETREMNP AL R RER T
M) EEEM RS Z — . £ CSTES I COPD AL/
FUHP Z0 50 R A DA SR8 B R dl A 15 L 4%
PE 20 B 3 0 K S H I U 4 WA R IR B AR i 2 21
ROS /KF-Fl MDA 5 & Jf £ & 1L 7 SOD ¥ % , [A] i}
Rof AR 1t 37 0 il 4 242 96 4 i B F (TNF-a  IL-6 Al
IL-18) 7K ~F, 34 il ERK \JNK .p38 } NF-«B [ ik
b, B 78 21 50 K H ] BB 2 38 o 410 il MAPK/NF-«B i
5 S BXT COPD YR YFAE ' . A, 20 5 K AT IR
Al LA COPD K BRUHE g L R 1R 1) 235 40 A Dy g
R 2T R B MR A R = R (ATP) A i A 41 i £
2 C AL 1S M 2 i COPD K U 8% LI ik e
i3, T 9 ALK 9 88 I I, B 3% COPD SEAR . |
T IR L 41 5 K AT AE % 38 1o 1 R R S AR H
KL f# COPD IR FE .

5.5 M MR O 2% b 3R U R Y
KAEFE AW . CHENG %' 58 & B s 4 nT
LI ek 3% COPD /N BT T 8 S il 76 B 348 J5 | 4% 2 4 Jfd
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1=V A5 B O ) BALF ' NO KA &% 20 il S R S € I B RO R K Aghe 1N ]

F (TNF-a IL-6 Ml IL-18) () 7= A, IF 7 = il 41 41 K ¥ COPD G YT /E H, X% 9 9 W I IR 36 97 HoAT &
GSH/GSSG, H % 54 1 7] B8 5 3 i Nrf2/HO-1 i #% TR SN E . AR AE R0 T 18 0B %
DL K 44 NE-xB i6 16L& o = il 5 B9 VE F AL BLAAR TR LR 1,

F1 PHFHBSAITIRMEEE SRR ERIE

Tablel Mechanism of active components of traditional Chinese medicine in therapy of COPD

K RS LR A FH B Sk
WSS WA SD K il T4 IL-6 . IL-18 . TNF-a Fll MDA /K, |- 4 IL-10 /K F .32 % SOD Fl HO-1 /K ¥ ; &K [3]
MMP-2 MMP-9 fil VEGF &, 3l il i & %3
C57BL/6 /NEL,MLE- 847 HSP72 4 5 1% INK 3 4 00 1 40t 7 7= ; 4 AIK 1L -6 . IL-8 Al TNF-a ¥ 7K - [4]
12 41y
A B % MHS 4 il , /s BUIE B BRI NF-«B i1 AP-1 8 DNA 254 15 1 , 9 il TNF-o . 1L-6 .iNOS F1 COX-2 f9 3235 , iK% [5]
5 00 41 i ROS
COPD 2Pk E M B BRI RHE T 23 M 1M 3% TNF-o \IL-6 F TL-12 4 7K - [6]
COPD B W i # I8 {5 TP 152 R X B 43 0111 38 TNF -0 1) 7K - [7]
R SD K B, K B E 30 H NO #1iNOS B , 48 5 SOD & ) (8]
115 241 i
BALB/c /N P04 NF-xB 37 , 719 GR B 1 %35, /> TNF-o  IL-8 Fil MMP-9 ) 7K - [9]
Beas-2B 2 Jifl 81 GR .HDAC2 .Nrf2 fl NF-«B fit) % ik [10]
SHEER C57BL/6N /)N i A Nrf2 fl NF-«B i % 8 (4 10 %35, B8 TNF-o flIL-18 9 7K -, ] i B AR 41 23 [ 11]

MPO 7 4 il MDA 7K ¥

TRRKEA C57BL/6 /N, Beas- PTG Nrf2 38 F, B JH HO-1 Fl GPX-2 By 35 , K & GSH /K - F145 B H IR a8 SRl o 1, [12]
2B 4B, /N BRI i L 92> TNF-o IL-18 FIl MCP-1 [ 77 A=

4t it
IR CS7BL/ON/NEL, AT il ERK/SP-1{7 5 3, 98 2> TNF-or \IL-6 FIl MUCSAC RYBERL, [ Ak MPO i 1k [13]
T8 R 4
C57BL/6N/NER, I TGF-B,/Smad 2/3 3 5 , Jai /> Jili 21 £ J8 SR UL, 14038 £F 4k Ak S5 N ik [14]
LA E  CSTBL/6 /N [ A% TNF-o \IL-6 \MCP-1 Fl KC 7K F- [15]
Wistar K il ) NF-xB 1 % , [ A TNF-a \IL-18 Fll IL-6 (1 7K - [16]
ik b % SD KB, NSiH L 4] NF-«B i i 1 EGFR # I , T 1 MUCSAC mRNA FlE (19 35 , % & GSH F1 [17]
41 i T-AOC /K ¥
N AIE K4 i, 87 PISK/AKGE % , 90l EGFR B R 1k , 7H = FoxO3A /K, AT B AIG TL-8 7K 7 [18]
C57BL/6 /N
PR 40 it B AMPK I 5% 3175 5 Nrf2 26 05 e 3508 Bz i 2459t [19]
R ICR /MR I A0 2% 35 W TNF-o fil TGF-B A BT, F# A MPO 76 4 , 35 3% SOD 7% 1 [20]
Wi EEE SD K M| Caspase-3 1 Caspase-12 & 1k , k20> 41 Jitd 4 1~ [21]
ICR/NEL, A4 #2155 SOD JKFE, F# I MDA 7K 5 45 JAK3/STAT3 \NF-«B il # , T #H TNF-a IL-18 Al [22]
Je 4t ff IL-6 {3k
/I BRI 15 4 i P8 15 TLR4/NF-«B il §% , 12 JF [ WA 5 %&£ ] ATGS5 \ATG7 Fll Beclinl mRNA (1) %3k, | [23]
P8 LC3- 11 & (17K F , 384> NLRP3 \IL-18 . IL-6 . IL-8 . IL-18 I TNF-a [ B i
/N BRI UL 400 ff A Ak B Va0 iR LAT S ROS B A K TNF-o A1 TL-6 AY BRI , 4035 A UL 40 it 9 7= [24]
AR = CSTBL/6J /MR P& AMPK/Nrf2 NF-«xB i@ % , #1#] TNF-a . IL-18.IL-2 . IL-6 41 [25]
il 2
o0 3 N iR BALB/c /) Bl , Beas- i #F Nrf2 [] 41 J 4% N 5 o7, I B4 50 20 i % 9 Nrf2 5 ARE 9254, 7 CAT IS ik H [26]
2B 4 il JCIA D 4 3% 1 L T GSH K-
BALB/c/INRL, A3 il 3 AR IL-6 2635 T 8 HOTAIR 3k , M il STAT3 % fk , i¥i ¥ EMT [27]
B A
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gR1
b S < 97 LR YEFHLEI SCilk
/N FRURE T 5 e 40 P SIRT1/ERK 3 [ |, ol 36 2 R0 (AR T R B A%, B I TNF-a, IL-18 #1 ROS (19 7K °F-, 4l [28]
MMP-9 fl MMP-12 i) & 4 33k , 7 = GSH/GSSG
T S C57BL/6 /MR, N3 9l TLR4/NF-xB i % , B (K TNF-a \IL-18 . IL-6 Fl MCP-1 [ 7K -, Jik /b ROS 2 [29]
B b Bz 4
REARL TR SD K il PE T UPRH [, 035 T i 98 1238 5, N I8 p-Smad 2 Fll p-Smad 3 & (1 19 £ ik [30]
Wistar K B, A 34 #8145 IGF1, TGF-B,/Smad 2/3 {7 53l # , /Ml EMT Fl EndMT B2, 28 fig il - A &9 [31]
B A, N R K N
S 4 i
TR C57BL/6 /I ., Beas- M1l Ednrb/Kng1 i #% , [ A IL-8 , TNF-a Fl MCP-1 /K 3, #2 %5 SOD il CAT /K3, # [32]
2B 4l i 20 L T
A BETm BALB/c /)il 3100 1) 48014 137 38R NF-xB 80 |, B A% TNF-a . IL-6 F1 IL-18 9 /K 3, F % KC . MIP-2 fl [33]
GCSF %: [H 1y & ik
BALB/c /Nl 0 NF-«B 385 34 50 Nrf2 2 35, B I MPO 3% % A &% TNF-a . IL-6.1L-18.ROS #l [34]
MDA 7K, 2 5 GSH & 4 1 SOD i 7
SD /MR J849 Nrf2/HO-1/NF-«B il # , B IR MDA 7K, $2 %5 GSH % &t L) & SOD Fll CAT ¥ 1 [35]
B AT AT VR /> 6 T A 50 A AU 2L R G S [36]
ILERER
T g
SD K il A EGFRE #% , N MUCSAC %35, Jdi /> MCP-1 B i, B4 5% T-AOC .SOD il CAT %5 [37]
bRzt knys
ANZEE A /> ROS BB, 41l il 4-HNE K 2 (1 & A W 00 4 i ; 74 NF-«B 3% 1L, F H COX-2. [38]
IL-6 il IL-8 (1% St %3k
LR NN J435 Th17/Treg V-1 ; F #5 CD4.CD25 .Foxp3 FlIL-17, b ¥4 IL-10 ) £ ik [39]
SD KB 38 FOE SIRT AR E [ W - 400 il 9 J5 9 82 3 52 1, 198 LC3- 1 (LC3- 11 1 Beclinl, & [40]
i CHOP il GRP78 i %3k
SD K i 4 p66She Al p-p66She F& [ 7Y 7 1k e 35 K FUITIEL - 1 20 Mo 9 7~ [41]
B Wb/ B, Beas-2B il IxBa [t S COX-2 2 14615, T I TGF-B Al IL-6 ik [42]
41 i
SD K fl,Beas-2BZHfifl I PPARy 25 [ %35, 3l NF-«B i ft , T % TNF-o #l IL-6 ) % 35 [43]
NI JE B 24 i 2 A Hz B 2 0 MMIP-9 | TL-6 11 TL-8 B 301 i 4 FH [44]
[EE 2N NZAHE LA P75 SIRT1 A1 ORP150: %, T Jd Caspase-3 ,Caspase-4 fil CHOP Ay ik, MHl 4 g g = [45]
T Ik N Bz 4 JE71T Notch 138 175 5 F 1 DA 1T 400 1) P9 2 400 i 94 1= [46]
K UM I I 240 it FA A TL-6 F11 TNF-a B 7K, {2 2F TIMP-1 433 , 98 M1 I 40 i 3% i AR 04 CD11c [47]
HIINOS mRNA (335, [ M2 Y 5 Wi 41 il 2 1 47 124 ARG 1 Al CD206mRNA ) K ik
Wistar K fi{ 845 SIRT1/PGC-1a 3 4 , B AL TL-8 T IL-6 (19 75 &t [48]
Wistar K [ 87 Derlin-1 3K , &I IL-8 \IL-13 1 TNF-a Y K F [49]
NN 4 NF-xB 1% 4L , 18 2> TNF-a Fl MMP-9 £ 43 i [50]

BHEK NSRBI Re,

R D

SEH R a

SD KRB, NS4 - JH7% TGF-B,/Smad il i, T M a-SMA RN JE & 14, [ I8 E-45 56 2 (A9 Rk b mi il [51]
B 2 EMT it 2

SD K i, MRCS 41l g JH15 TGF-B,/Smad 8 i, T i a-SMA .Col I IL-6 Fl TNF-c F 3% ik , 41 il <. i 89 [52]

SD A fl, MRC5 4 Jf P87 TGF-B,/Smad i # , T J4 a-SMA . MMP-9 Fl Col I # 33k , 10 il fili jik £F 4i 41 it 5% [ 53]
Sy AL FTECM YL

C57BL/6 /N 044 1k Bo Il NF-xB B 2 1k, #1225 Nrf2 il HO-1 25 [ %35 K - , ik TNF- IL-18. [54]
MDA F1NO i 7K F

C57BL/6 /N J#7 Nrf2/HO-1 NF-«B il % , ¥ /b* TNF-a . IL-18 F1 NO Y 7= 4 , B A% MPO i 14 il [55]
MDA &
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gk
eIV S8 §1'%) FE F L Sk
HAb2e AH2E, C57BL/6J/INEL, A3Z i) ERK1/2 \NF-«B H3# H1 CFTR & H /K F (9 R4, 98020 TL-6 71 TL-8 f 73 [56]
S LA
CSTBL/6I /IR, N2 I ERK 1/2 FlI NF-xB #75 , FAI TL-6 1 TL-8 (7K -, 2438 26 3 0 [57]
S LA
CS7BL/6J /IR, /INER 0 MAPK/HIF-1a 3 #% , B IL TNF-a F1 IL-18 #Y 7K F , 40 il ROS 7 /£ ¢ NOX1 #1 [58]
& I 1 I 240 MMP-9 i I
LR E CSTBL/6 /MR B Nur77/COX-2 38 % F Ik TNF-a, IL-18.1L-6 . MCP-1 /K F ; 4 %7 Nrf2 i #% 7+ &5 [59]
GSH 7K, # 5 SOD I CAT i 1
W% BALB/c /), ) ERK F1 p38 635 , B TNF-o . IL-18 F1 MCP-1 f 7K F , M ] MUCSAC JE K 9 % [60]
T8 TR AR e 43 B E AR
Wistar K FAAIG TL-8 R IL-17 7K, 32 & IL-10 7K - [61]
C57BL/6 /N il WAk TNF-c FlI IL-6 F /K, 014 TGF-B, .Smad 2 il Smad 3 & [N Fll & [ 19 % 15 [62]
L RAT ICR /ML M ERK JNK .p38 Fil NF-xB W B2 1L , F# Ik TNF-a . IL-6 . IL-18 F1 ROS /K- & MDA % [ 63 ]
i, 1 SOD I 1
Wistar K Fl B3 g WL T A 1) 45 K9 R T B, 312 05 2R B (R ATP 4 il R 41 M €2 3¢ C Uk R I 78 L 28 [64)]
fift COPD B 8% LT BE B B, U 2R i I
AT C57BL/6 /N 0% Nrf2/HO-1 3 ¢, 30 NF-«B 7 4k , M il NO \ TNF-a . IL-6 1 IL-18 19 7= /E , k& [65]

GSH/GSSG

6 HESRE

COPD A & 8 R & 24 09 K WL, B Hi 3 i A
SR RAE R R I L B /A B 2 A RN 4
JILR T R e Y OGRS ARE R Bl A 6 v 2
Ko HCAR B W 5T B0 S TR A, R 2 0K A X
COPD WVRITTE I Z B ok 2 1) 6. Hathgy
A RN F TR 97 COPD f9F 5% 32 22 4 op 7 ¥ i
BN 1R N e LIS S e S e o o 1 B U
Nrf2 \NF-«B .MAPK 1 TGF-B1/Smad % {5 5 il #% ,
AT 3 B 27 il 5 RE AR Ak I SR R 1 A0 A O
T R TE T R R TR R AR E
RAEXT COPD (IR IT R o B 2 il 5 50 5 15 R F
XA W IT & | v 254 R0 43 78 3R 7 COPD Jy i H

A 2B 22 R AR A R T A DE okt 2 i itk —
A

T 2547 RN 4y IR 9T COPD HLA # i  iF 52
Y18, 5 H e S0 58 AT A7 A — L ] 8. D JE Rl F
G Z 25 RON S 6 AS TR 5 38 % 8] R A
HIERTE . B AT KRE oA 6 25 Ol 43 iR JT COPD
F B AN ey BIR T B — 3 [, 3 2 T) YRR B IR R
ARG . QM F 4K 2 B S HE 5 A T 40 i K&
Sl PR B B, = 3R G b PR 5 A4 IE & o
254 SN 43 XF COPD £ 35 14 V17 230 0 AS 45 1 8
@ 2 R AE T BE B I HE T L AR 95 B 1 5 5 R
fiE, XF L HEAT BRI IE o SR, BB B 24 A AL
S3IA YT COPD WY B 58 11 11 LA B — 1l 2 R i 58 5 42,

JiE S T R B B AR 2T OB R IE R 4 28,
P 25 2RI R RE S 2 R B R

Bt X H W BE ST T AE AR ) IR) 2 DL
W OFESEmE 5T rh , B T8 4 A FH 2 B2 TR 2
Jo 3 D9 4 i sl G B PR o L e Ak BRUAR L i
5 FEAE 558 B 3 — 25 IR AW SE T 25 AR oy
{14 245 %50 7% b K sxt At A 5 3 1% 1) 52 o, ) B OAS [
5 3 ¥ T 6 ZR R I G Z L AT B g 1 ) B o 25
A K5 *F COPD (67 1E FIBL . @7 & Ge it 41
it K s Wy A LRI 5 S 1, 45 A 3 280 2 4y T e A AR
PR LN N N AT Sl v e AR R
209 B AT W 25 3 L B 32 0 385 0 AR 3 56 R
R, DL B 0 b 2545 084 X COPD 2R WY IR YT AL
H LN AR I R 25 3552 3l . B4 5 M AF ST T
TP EHIS ST AR E ISR R
Gh O v 2 AT RO 0 25 B K AR R S Bl A
B F I AR U 2 1) i B A R vk I 4 2 B2
A YE B2 A R B TP 2 AL O BEAT IR B AS RS
7 I U5 A 41 5 B AT, DA S BiF K 28 4 i 3 R
PESR 4T COPD i 24 B4 5 JE i
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